Introduction
Clostridium difficile toxin is the causative agent of pseudomembranous colitis. This disease entity is associated with watery diarrhoea and altered motility, and is often effectively treated with enteral antibiotics. Colonic neuropeptides such as VIP and substance P are abundant in the gut and maintain various physiological functions, such as regulation of colonic motility. We have previously demonstrated that platelet-activating factor (PAF) increases colonic tissue levels of VIP and substance P which were inhibited by a specific PAF antagonist. 2 In contrast, in further studies we found that trinitrobenzene (TNB) suppresses levels of these neuropeptides, which were ameliorated by neural blockade. 3 The aim of the present study was to evaluate the possible role of endogenous VIP and substance P in the dysmotility changes of the left colon of the rabbit to Clostridium difficile toxin.
Materials and Methods
The experimental procedure for producing colonic inflammation by other agents known to induce colitis in the isolated rabbit colon has been reported previously. 4 
